Abstract. The 
Abstract. The (Opelz et al. 1975) . The AMLR has typical im¬ munologie features, in that it demonstrates both memory and specificity (Weksler & Kozak 1977 (Dirienzo et al. 1984) , and in the elderly (Weksler et al. 1981 
Assay of thyroid autoantibodies
Thvroid microsomal autoantibodies (TMA) were assayed by passive microhaemagglutination (Fujizoki, Tokyo, Japan trifugations after adherent cell depletion, (purity 99%) strictly following previously described methods (Canonica et al. 1981 (Canonica et al. , 1983a Bagnasco et al. 1983 for the other two groups (P < 0.02). Moreover, the difference between surgically and ATD-treated subjects was significant (P < 0.05) (see Fig. 2 ).
Discussion
A number of experimental data suggest that an abnormal regulation of immune response may play a crucial role in the pathogenesis of GD. Imbalan¬ ces of cell subsets have been found by several groups: specifically, as we previously described (Canonica et (Aoki et al. 1979) . A defect of the antigen-specific suppressor cells has been prospected on the basis of experiments concerning MIF production in response to thyroid antigen (Topliss et al. 1983 ). However, studies on mitogendriven autoantibody production in vivo failed to demonstrate a major involvement of suppressor cell defect (Beali et al. 1982; Mariotti et al. 1984) .
In this study we describe the presence in active GD of another functional defect involving cells, namely AMLR reduction, which is in agreement with the recent data presented by Fournier et al. (1983) and our previous report (Doniach 1977 ).
Thus, it is possible that surgery or 131I therapy result in a more rapid normalization of AMLR. It is known that the thyroid gland is the primary site of immune organ-specific reactions in autoimmune thyroid disease (Canonica et al. 1983b ). However, it remains to be explained how gland removal can lead to an important modification of AMLR of peripheral cells in a relatively short time. In this light, we think that it might be of interest to study GD patients cured with ATD many years pre¬ viously. In conclusion, we have provided evidence of a functional cell abnormality in GD, which can be reversed when clinical remission is achieved.
